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Editorial
Is Early Repolarization Syndrome Diﬀerent
from Brugada Syndrome?
Early repolarization (ER) had been considered an innocuous ﬁnding in healthy young
individuals. In 2008, Haı¨ssaguerre et al reported that patients with idiopathic ventricular
ﬁbrillation (VF) had a high incidence of the ER pattern, a J-point elevation 0:1mV with
either a notch or slur, in at least two leads other than V1-V3.1) Since then, the ER syndrome
in the inferolateral leads has become a hot topic in the ﬁeld of arrhythmia as a new entity of
sudden cardiac death syndrome, like Brugada syndrome with coved ST elevation in the
right precordial leads.
The ER syndrome is identiﬁed in 3–6% of the general population.1,2) Patients are mainly
male, have shorter QT intervals, and have high-amplitude J waves at the onset of premature
ventricular contractions and VF, which originate from the ventricular myocardium or
Purkinje tissue concordant with the location of repolarization abnormalities with a short
coupling interval of 260–400msec. Twenty-seven percent have multiple episodes of VF,
which are unresponsive to beta-blockers, but respond to isoproterenol infusion followed by
quinidine administration.3) In spite of these clinical features similar to Brugada syndrome,
the incidence of sudden death during sleep and the inducibility of VF by electro-
physiological testing are much lower in Brugada syndrome. In addition, the mechanism of
VF and the genetic background of ER syndrome are also still unknown. Therefore, ER
syndrome is presently considered to be diﬀerent from Brugada syndrome, although these
syndromes may share ionic abnormality and arrhythmogenicity.
Recently, Kamakura et al indicated that inferolateral ER coexisted in 10% of patients
with Brugada-pattern ECGs as a predictor of fatal arrhythmic events, and that Brugada
patients with Non-Type 1 ECGs were possibly included in the ER syndrome. They also
reported the good prognosis of asymptomatic Brugada patients (annual arrhythmic death
rate: 0.5%) in their prospective follow-up study.4) Tikkanen et al reported that the ER
pattern in the inferior leads, but not in the lateral leads, was associated with an increased
risk of death and that patients with inferior ER  0:2mV, which was present in 0.3% of all
subjects, died from arrhythmia at a rate of 0.8%/year in their retrospective analysis of death
certiﬁcates in Finland.2) This rate of death and the prevalence of patients with inferior
ER  0:2mV are interestingly similar to those of asymptomatic Brugada patients, which
have been shown by Kamakura et al and previous epidemiologic studies in Japan.
Surveys of cellular and ionic abnormalities as well as prospective follow-up studies, with
a predeﬁned and precise deﬁnition of the cause of death, are needed to clarify the
mechanism and outcome of ER syndrome, which may enable us to determine whether these
two syndromes are distinct entities and whether a patient requires the placement of an
implantable deﬁbrillator.
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